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Introduction
The modulating influence of gonadal steroids on gonadotrophin secretion in rams is revealed by the dramatic increases in serum LH concentration which follow castration (Riggs & Malven, 1974;  D'Occhio, Schanbacher & Kinder, 1982) . The rapidity of the post-castration rise in serum LH also indicates that testosterone, alone or in combination with other testicular steroids, imposes continuous negative feedback on gonadotrophin secretion (Schanbacher & Ford, 1977; D'Occhio et al, 1983a) . A question yet to be resolved, however, is whether steroid feedback in rams occurs primarily at the level of the hypothalamus or anterior pituitary gland.
Two aspects of the LH secretory profile which distinguish between the intact and castrated ram, and which provide information regarding the site of negative feedback, are LH pulse frequency and pulse amplitude (Schanbacher, 1980a; D'Occhio etal, 1983b) . Changes inLH pulse frequency, for example, reflect activity of the LH-releasing hormone (LHRH) pulse generator thought to reside within the hypothalamus, while changes in LH pulse amplitude may be interpreted either as changes in LHRH pulse amplitude or direct actions of testicular steroids on the pituitary. Frequency of LHRH input from the hypothalamus can also influence LH secretion (Wildt et al, 1981) . To determine the contribution of increased frequency of hypothalamic LHRH release to the post-castration rise in serum LH we examined the nature of LH secretion in testosterone-implanted castrated rams given pulsatile infusions of LHRH.
Materials and Methods
Animals and experimental procedures. In early December, 16 mature crossbred rams (85-2+1-9 (s.e.m.) kg body weight) were brought into an environmentally-controlled facility providing 16-h daylengths and randomly assigned to one of four treatments. Long days were imposed to increase the sensitivity of implanted animals to testosterone negative feedback (Pelletier & Ortavant, 1975a, b; Schanbacher, 1980a (Schanbacher, 1980b; D'Occhio et al, 1982 D'Occhio et al, , 1983a (Levine, Pau, Ramirez & lackson, 1982) and hypothalamo-hypophysial portal blood (Clarke & Cummins, 1982) , it can be concluded that the castrate-type pattern of LH results from an increased frequency of LHRH input to the pituitary. Testosterone would therefore appear to prevent the post-castration rise in LH (D'Occhio et al, 1983a, b) by suppressing activity of the presumptive LHRH pulse generator (Knobil, 1981 (Pelletier & Caraty, 1981) . Patterns of LH secretion are also a function of dosage and frequency of LHRH administration (Santen & Ruby, 1979 ; Wildt et al, 1981 ). An intravenous dosage of 5 ng LH RH per kg body weight produces LH pulses in testosterone-implanted wethers which are nearly identical to those that occur naturally in intact rams . However, in rams (Lincoln, 1978) and steroid-implanted wethers (Schanbacher, 1980a) (Thieulant & Pelletier, 1979 ; Clarke, Mitchelhill, Zachariah, Findlay & Funder, 1982; Schanbacher, Winters, Rehm & D'Occhio, 1984) , but pulse-infusion of intact males with LHRH (Lincoln, 1979; Schanbacher, 1984) 
